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Harsch/Schiffer/Konturek Med Princ Pract 2017;26:289-291 DOI: 10.1159/000466697 290 be headache, cranial nerve palsies, or cerebellar dysfunction. Seizures may also be a symptom, too. Radicular pain, muscular weakness, or atrophy, as well as spastic paresis and loss of sphincter function can be symptoms when the spinal dura is involved.
The diagnosis of primary or idiopathic HP is established when no identifiable cause is found [4] . Secondary forms have coexisting causes such as syphilis, tuberculosis, rheumatoid arthritis, sarcoidosis, pauci-immune vasculitis, or infections with Candida or Aspergillus flavus [4] . Hence, the objective of this report was to investigate a possible causality in a female patient with primary HP and SIADH.
Case Report
A 70-year-old female patient had vertigo and nausea, and then collapsed. At admission to the emergency room of Thuringa Clinic Saalfeld, she had fully regained consciousness. She did not have any tongue lacerations. Regarding her medical history, she reported hypertension that had since 5 years been treated with 5 mg of ramipril daily and no other medication. She had received thyreostatic treatment in the 1990s due to Graves' disease. Physical examination showed normal body mass index and vitiligo on her hands and feet. She was normotensive and had a rhythmic heart action. She was normally hydrated and had no signs of exsiccosis. Furthermore, there were no pathological findings in her lungs or abdomen. She did not present with dyspnea and had not previously. The neurological examination was normal. The left wrist was swollen and movement was painful after her fall.
At A chest X-ray showed no pathological findings, and X-ray of the left hand showed a compression fracture at the base of ground phalanx II. A magnetic resonance imaging scan of the brain did not reveal any intracerebral pathology. However, pachymeningitis hypertrophica was detected ( Fig. 1 ) .
The patient was fully conscious. The serum sodium levels were slowly normalized. Further diagnostic assessment of SIADH (lung disease, neoplasia, neural disorder?) and a differential diagnosis between a primary and a secondary form of HP was performed.
Sonography of the abdomen and high-resolution computed tomography of the lung were without pathological findings. The serum was negative for angiotensin-converting enzyme, soluble IL-2 receptor, rheumatoid factor, antinuclear antibodies, and c-and p-anti-neutrophil cytoplasmic antibody. Antibodies against the human immunodeficiency virus, Candida, Aspergillus, and Cryptococcus neoformans , as well as hepatitis B surface antigen were negative. The quantiferon test was negative. Cerebrospinal fluid analysis revealed a normal cell count and protein and sugar levels. The cerebrospinal serology for Treponema pallidum , Aspergillus , and Cryptococcus were also negative. After this diagnostic workup, further diagnostic steps (e.g., dura biopsy) were not regarded necessary by our consultant neurologist.
At discharge, the patient was instructed to reduce her fluid intake that varied between 2 and 2.5 L before admission by about 300 mL/day. One month later in our Medical Outpatient Department, her condition was excellent and the level of sodium was 133 mmol/L (reference range: 136-145) and the serum osmolality was 276 mOsm/kg (reference range: 285-295). Because she was in good condition, her sodium and serum osmality levels were acceptable.
The patient gave her written informed consent to publish this report.
Discussion
SIADH was diagnosed in an elderly female. SIADH was confirmed by laboratory findings and the effectivity of fluid restriction further supported the diagnosis. The only salient pathology that our diagnostic assessment revealed was HP.
After thoroughly ruling out causes for a secondary form of HP (early reports were frequently in a relationship to syphilis or tuberculosis) [4, 5] , a diagnosis of primary (idiopathic) pachymeningitis was established. Primary HP is discussed as an autoimmune disease [2] . In this context the patient's history with vitiligo and Graves' disease is noteworthy. Furthermore, we ruled out causes for SIADH such as medication influencing the sodium levels, and we ruled out overt neoplasia and found no hint of pulmonary disease. This leaves cerebral disorder, and in this very case HP as a possible explanation for SIADH. However, it has to be taken into consideration that elderly patients with hyponatremia are more prone to "idiopathic" SIADH. In a very recent study by Ganguli et al. [6] , idiopathic SIADH was reported in 9.4-16% of hyponatremic geriatric patients. The number corresponds well with the 15.2% reported by Miller et al. [7] in an older study from 1996. Other authors have reported even 50% of idiopathic SIADH in elderly patients with hyponatremia [8] . Idiopathic SIADH is a diagnosis by exclusion. However, we want to point out that our patient (apart from hypertension) was not that comorbid and frail as many of the patients in these reports. The mechanisms for why cerebral conditions and disorders can cause SIADH are not fully understood, which also accounts for this case. The report of a single case cannot establish causality, but we see reasons supporting causality between the entities. However, the fact that this has not been described yet may be related to the sheer rareness of HP [1] and maybe the lack of a concomitant endocrinological diagnostic.
Conclusion
This case of SIADH was conservatively treated with moderate fluid restriction that almost restored normal serum osmolality and sodium levels. HP could be the reason of SIADH in this case.
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